Decompression sickness is caused by nitrogen bubbles formed in the body of divers and people working with compressed air who leave a compressed environment too fast. The bubbles most commonly afflict the joints, skin, brain, spinal cord, and lungs. Decompression sickness, if untreated, may cause permanent functional damage and is potentially fatal. We report an unusual case of decompression sickness affecting the brain and spinal cord in which neurological symptoms and signs first appeared five hours after the dive. Symptoms were partially relieved by oxygen, dextran 40, and dexamethasone but disappeared fully only during hyperbaric treatment.
hours later of pain in the left knee and left elbow, headache, and confusion.
On examination his temperature was 38 5°C and a mild follicular tonsilitis was found. There were no other abnormalities. Two hours later sensory loss in the right thigh, mild paraparesis, and loss of sensation around the anus developed. He 
Comment
The unusual characteristics of this case were the long delay preceding the onset of symptoms' and the rapid and complete relief of symptoms on recompression despite the delay in starting treatment. The onset of spinal symptoms was probably facilitated by dehydration owing to fever, with resultant haemoconcentration and high viscosity and coagulability. So-called "silent bubbles" exist in the body of a diver even after dives made within accepted limits. Prolactin-like immunoreactivity in human small-intestinal mucosa Several peptide hormones are present in both the brain and the gastroenteropancreatic endocrine system.' The possibility that prolactin is another "brain gut" peptide was suggested by the persistently raised serum concentrations of prolactin (>1000 mU/l) found in some patients with coeliac disease2 with no other obvious cause for the hyperprolactinaemia.3 We sought prolactin-like immunoreactivity in small-intestinal biopsy specimens using a simple technique for showing gastroenteropancreatic endocrine cells.
Methods and results
Small-intestinal biopsy specimens were obtained with a Watson capsule from the distal duodenum and the proximal jejunum in patients undergoing investigation for possible coeliac disease. The specimens were orientated on monofilament nylon gauze with the luminal surface uppermost, placed immediately in modified Susa fixative, and examined under a dissecting microscope (modified Susa fixative consisted of 76 mmol (12 5 g) trichloroacetic acid, 43 mmol (2-5 g) sodium chloride, 100 ml 40% formaldehyde, and 25 ml glacial acetic acid, made up to 500 ml with distilled water). The period of fixation varied from a few hours to two weeks with no resultant loss in peptide hormone immunoreactivity.
The 
